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Survival Prediction
Whereas some morphological 
and biological features have 
been found to be associated 
with melanoma patient survival, 
Li and colleagues uncovered 
the predictive value of single-
nucleotide polymorphisms 
in nucleotide excision repair 
genes for survival in an analysis 
of 1,042 patients with primary 
cutaneous melanoma. Some 
variants of XPE, ERCC5, XPC, 
and ERCC2 may independently 
and/or jointly modulate survival 
of melanoma patients, and 
these variants in combination 
with clinicopathological factors 
effectively predicted survival 
in subgroups of melanoma 
patients. These data provide 
useful information that, if 
validated, may offer guidance 
for managing these patients. 
See page 1813
PNP Pathos
The recent discovery of 
α-2-macroglobulin-like-1 
(A2ML1) as an antigen in 
paraneoplastic pemphigus 
(PNP) prompted Numata 
and colleagues to examine 
patient sera for antibodies 
to this protease inhibitor. 
Indeed, 60.3% of the PNP 
sera samples reacted with 
A2ML1-expressing cells. The 
presence of these antibodies 
was associated with early 
onset of disease and the 
absence of ocular lesions in 
patients. More importantly, 
an A2ML1 antibody 
decreased cell adhesion and 
increased the activity of the 
protease plasmin in a cell 
culture model, providing 
evidence for a pathogenic 
role of these antibodies in 
PNP. See page 1785
On the Border
Previous studies have monitored 
erythema as an output to estimate the risk 
of UVR to human skin. Using a transgenic 
mouse model and a monochromatic 
UVR source, Ikehata and colleagues 
demonstrated a correlation between ery-
thema and epidermis-specific antigeno-
toxic response. Interestingly, the mutation 
induction suppression was attenuated 
at wavelengths at the border between 
UVA and UVB (315 nm), effectively increasing the mutation frequencies to 40-fold 
higher than background levels. Thus, these wavelengths may induce a greater mutation 
load than the mutagenic and erythematic shorter wavelengths. These results suggest that 
using erythema to assess UVR risk may not be optimal after all. See page 1850
Blame It on the Rain
Increasing eczema prevalence may 
be driven, at least in part, by dynam-
ic climate factors. In an analysis 
of results of the National Survey of 
Children’s Health, which includes 
data from 91,642 households, 
Silverberg and colleagues found that 
specific outdoor climate conditions 
influenced the prevalence of pedi-
atric eczema, which was 12.98% in 
this US study. A protective effect was 
noted in areas with combined high UV exposure and temperature, whereas a higher 
prevalence was observed in areas with combined high humidity and high precipitation. 
These findings suggest that patients reduce indoor heating, spend time outdoors, and 
perhaps increase indoor humidity to improve this condition. See page 1752
Addressing an Age-Old Question
Accumulation of progerin, a truncated 
form of lamin A that results from alter-
native splicing, has been shown to 
contribute to aging. Takeuchi and 
Rünger found that UVA exposure 
induces progerin mRNA and pro-
tein in dermal fibroblasts and leads 
to prototypical abnormal nuclear 
morphology and function via a mecha-
nism involving oxidative damage. These 
effects were more dramatic in aged cells. These findings, which highlight a previously 
unrecognized mechanism of UVA-induced cellular aging, suggest that photoaging 
may be the result of the intrinsic aging process accelerated specifically by UV-induced 
cellular damage. See page 1857
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